understood. This injury-induced plasticity when left undirected is not always 57 beneficial (Beauparlant et al., 2013) . Consequently, a variety of approaches are 58 being explored that assist with functional recovery during a critical period for 59 compensation after SCI. Therapeutic interventions promoting favorable outcomes 60 in spinal locomotor CPGs after injury include electrical, mechanical, and 61 pharmacological stimulation (Rossignol et al., 2007 )(Tillakaratne et al., 62 2010 (Ghosh and Pearse, 2015) . One promising approach involves the use of step 63 training to practice cycles of ambulatory or locomotor-like activity through the use 64 of treadmills or other assistance. Proprioceptive or other sensory feedback mayplay a role in stabilizing functional circuitry (Edgerton et al., 2008) , but resolving 66 the network mechanisms remains problematic. One fairly well-characterized 67 injury-induced change following SCI involves network responses to the loss of 68 descending serotonergic inputs, from the brain. SCI removes this modulation and 5-69 HT transporters and receptors below the site of injury become dysregulated. 70
Various avenues are being actively explored to influence these processes, from 71 pharmacologically supplying receptor agonists or 5-HT precursors to grafting fetal 72 serotonergic neurons to the spinal cord below the injury (Ghosh and Pearse, 2015) . The novelty of the recent study comes in the longitudinal approach to 127 tracking the behavior of leeches as they recovered from this perturbation. 128
Interestingly, although the severed connections do not regrow, both crawling and 129 swimming behaviors recover over a period of days to weeks. To ensure that 130 regrowth of neural projections that normally coordinate crawling was not 131 responsible, the entire region containing the somata and integrative regions of 132 projection neurons were removed. Crawling consists of cycles of elongation and 133 contraction, normally coordinated in an anterior-to-posterior "wave" of activity,which the investigators measured by video analysis. While crawling behavior re-135 emerged, it was not immediately apparent which anatomical region was responsible 136 for the initiation and intersegmental coordination of this movement. Some animals 137 that had recovered crawling following the first surgery were used to test this 138 further. By performing a second transection at the midpoint along the ventral nerve 139 cord in the same animal, the study found that the anterior section retained the 140 ability to crawl, while it was lost in the posterior half. Once again, a similar process 141 of dysregulation followed by recovery occurred in the posterior half of the animal. 142
Essentially, these behaviors re-emerge in two separate sections of the same animal. 143
The authors propose what they call the "lead ganglion" hypothesis, interpreting that 144 the most anterior ganglion behind the lesion appears to be reconfigured to take 145 command of these behaviors. This would implicate networks with only a few 146 hundred paired neurons in the homeostatic plasticity underlying this compensation. 147 This is illustrated by the summary schematic in Figure 1 . 
